Extramedullary haematopoiesis associated with thalassaemia leading to spinal cord compression is an extremely rare event in the course of the disease. The efficacy of radiation therapy is advocated in the management of such a complication. Two patients with thalassaemia, who had presented with spinal cord compression, were successfully treated by a modest dose of local radiotherapy. In one of the patients, however, radiotherapy was resorted to after an initial decompressive laminectomy and partial removal of the intraspinal haematopoietic mass proved unsuccessfil. The other patient was managed solely by radiation therapy.
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Extramedullary haematopoiesis (EMH) is a common manifestation of severe thalassaemia and it may involve various organs of the body such as liver, spleen, and lymph nodes.'-6 The clinical features secondary to EMH are variable and depend on the site of formation of the haematopoietic tissue. The onset of unexpected clinical signs may be the first indication that haematopoiesis is spreading to an atypical area. Spinal cord compression (SCC) as a consequence of EMH in the intraspinal epidural space is an extremely rare complication. We report two cases of thalassaemia that had presented with SCC. A review of the literature is discussed highlighting the role of radiation therapy in the management of such patients.
and there was a complete loss of touch and pinprick sensation below the level ofT7.
The radiograph of the skull and spine demonstrated a diffuse osteoporosis but no well defined paravertebral mass was evident. Myelogram, however, revealed a complete extradural block at the level of T9. The CSF examination proved noncontributory. His haemoglobin (Hb) was 8-7 g/dl, haematocrit 28% and white blood cell count (WBC) 7 .4 x 109/L. The differential count revealed a slight shift to the left (metamyelocyte 2%, myelocyte 2%). Platelets were adequate. The peripheral smear showed anisopoikilcytosis with microcytosis and hypochromia. A few target cells were also noticed. There were three normoblasts/100 WBC. The corrected reticulocyte count was 2%. A haemoglobin electrophoresis showed 21% Hb F and 2-6% Hb A2.
At laminectomy a brownish, soft, vascular extradural mass was seen extending from T5-T9. Only a partial excision of the mass could be accomplished. Case 1 This was a 21 year old male who presented to us in April 1985 complaining of a progressive weakness and paraesthesia of both legs during the previous three weeks. He also noticed an inability to walk without support and difficulty in passing urine for the previous two weeks. The patient was a known case of thalassaemia and splenectomy had been performed four years previously. On examination, the patient was of average build with a mild pallor. Neurological examination disclosed muscle weakness of both the lower limbs (Powergrade 3/5). The deep tendon reflexes at the knee and ankle were exaggerated and the bilateral plantar response was extensor. Vibratory and positional sensations were impaired Case 2 A 33 year old male presented to us in August 1989 complaining of increased tiredness in both his legs on walking which he had experienced for six months. This was more prominent while climbing stairs and associated with altered tactile sensation. He also had hesitancy of micturition. The symptoms remained static during that period although there had been some progression over the previous two weeks. The patient had been diagnosed as suffering from thalassaemia major since the age of five years. Both his father and mother also had thalassaemia minor (HbF 13X7% and 1%, Hb A2 2-4% and 5X4% respectively) although none of the siblings were affected. Neurological examination showed muscle wasting of both the lower extremeties with reduced power (grade 4/5). The deep tendon reflexes were exaggerated and the plantar response was extensor. There was impairment of tactile sensation below the level T6.
A radiograph of the spine showed rarefaction of the vertebral bodies and revealed a paraspinal mass along the thoracic vertebrae. A CT scan of the spine confirmed the presence of a mass which was more prominent on the left and extending from T2-T8. It was found to be encroaching into the spinal canal through the intervertebral foramina. No Complete block T4-T7 SX + HT CR 19 In our two cases, radiation treatment proved beneficial and resulted in immediate neurological improvement. Case 1 had earlier had surgical excision of the mass but no improvement was observed in the following two weeks. He recovered completely after radiotherapy and to date is free of any recurrence. Case 2 has shown significant immediate neurological improvement after treatment with radiation alone although follow up time is short. Based on our current limited experience, and a review of the literature, a prompt recognition of the syndrome and early treatment with radiotherapy is recommended in the management of SCC due to EMH in thalassaemic patients to prevent irreversible damage to the spinal cord. Surgery may be considered in the event of progressive neurological deficit despite radiotherapy. 
